ABSTRACT
,

What endows GAS their ability to injure mammalian cells?
During growth, GAS can generate a surface anti-phagocytic capsular polysaccharide and a highly immunogenic anti-SLS, which binds to albumin, the cationic antimicrobial peptides to H 2 2 opposes PMNs migration, and superantigens Infective sites may also show the presence of GAS membrane-associated lipoteichoic bacteriolysis induced either by antibiotics or also by various polyHuman neutrophils (PMNs) 2 2 cathepsin G, gelatinase, several acid hydrolases, PLA2 and TH1 injuring agents, which can ether act singly or mainly in synergy to injure cells. infection the membrane-damaging proteinases generated in infectious and catalase-negative group A hemolytic streptococci, which produced H 2 2 synergistic manner with a streptococcal serine proteinase to injure and disintegrate Ehrlich ascites tumor cells, a typical synergistic also hypothesizes that gangrene-inducing clostridial species and blow on cells by a synergistic process. Hemolytic streptococci also of the autoimmune features of post-streptococcal sequelae and suggesting that tissue damage induced by GAS and by additional further enhanced by PMNs secreted agents, by the microbial cellreleased by cationic peptides and by bacteriolytic antibiotics from ftom necrotic tissues. Sinilarly, tissue cultures of endothelial histones generated by activated PMNs adhering upon endothelial However, the synergism phenomenon of tissue damage described may not be restricted only to GAS infection. It is reasonable to consider that as a rule of the thumb, microbial species, which recruit large numbers of PMNs to infectious sites, undergo cell damage. In this category, we may also include infections Periodontal disease, Urinary tract infections and in additional disorders? It is proposed that being a multifactorial synergistic processes, it is recommended that in GAS infections multi drug strategies is in view of the failure over the years to treat sepsis by single such as N-acetyl cysteine, glutathione, polyphenols from GAS antibodies, the poly anion heparin and even better, a nonanticoagulant heparin or polyanethole sulfonate. The polyanions and also histones released from necrotized tissues. Phospholipids Antibiotics treatment may release toxic microbial cell-wall components Especially in beta lactam-treated GAS sensitive to penicillin, it may to surfaces of PMNs, to interact with anti-LTA antibodies present in nearly every normal patients serum resulting in the production 2 2 and also to the release of in vitro, GAS is
Pathological changes induced by GAS cell-wall components
Since certain beta-lactams and PMNs-derived cationic peptides can activate microbial autolytic wall enzymes also in GAS and of PPG and polysaccharides derived from GAS. Such cell-wall components are resistant to biodegradation and can thus persist tissue damage. To prove that granulomas contain GAS products, sites muramic acid, a major component of PPG which is an agent be employed on tissues derived from NF lesions.
in vivo the cell-wall 
toxic HOCl, nitric oxide (NO) synthase peroxynitrite,
PMNs agents secretion
Suggested Treatmentcocktails containing: 
Heparan Sulfate can modulate neutrophil and endothelial function
Platelets have been reported to form heterotypic aggregates with platelet activator thrombin gave rise to platelet-dependent neutrophil activation, resulting in enhanced phagocytosis and Streptococcus pyogenes also a cholesterol-dependent manner, is highly up regulated in the GAS GAS resistance to phagocytic clearance by neutrophils, a critical type S. pyogenes, an SLS-mutant was associated with the robust in vitro suggested that SLS inhibited the host cells' production of signals chemotactic for neutrophils, which contrasted with the proin vitro facilitate invasion, S. pyogenes plasminogen activator. SK-plasminogen interactions are important determinants of GAS invasiveness in vivo and both SK and host plasminogen activators appears to promote virulence of GAS by catalyzing plasmin formation and produce high rates of morbidity and mortality despite the implementation of aggressive treatment plans.
DNase activity made by GAS contributes to disease progression innate immune structures are composed of chromatin and granule 
